Angiofollicular lymph node hyperplasia (ALNH) is a rarely diagnosed cause of lymphadenopathy, usually presenting at a single site.' The condition has many synonyms, including angiomatous lymphoid hamartoma2 and giant lymph node hyperplasia of the mediastinum.3 The aetiology is unknown, but is presumed to be infectious or inflammatory, and the lymph node lesions always behave as benign tumours. 4 Keller, Hochholzer and Castleman3 analysed 81 cases and divided the lesions into two types: the hyaline-vascular-in which systemic complications are not usually observed-and the plasma cell variant, which is frequently accompanied by fever, anaemia and hyperglobulinaemia. In the latter type, complete surgical resection of the tumour is followed by resolution of all the systemic manifestations. In some cases, lymphadenopathy is more generalised5 so that resection becomes difficult or impossible.
We describe two such cases in which anaemia and other associated features responded to corticosteroid therapy. Unusually, both these cases were histologically of the hyaline-vascular rather than the plasma cell type. In addition to commonly reported Accepted for publication 24 March 1983 abnormalities, both patients had hepatomegaly with hepatic dysfunction and the second case had the nephrotic syndrome, renal failure associated with histological changes of interstitial nephritis, and congestive cardiac failure.
Until last year, only one case of the nephrotic syndrome had been reported in this disorder.6 This 18-year-old woman was cured by surgical enlargement of the supraclavicular, cervical and inguinal lymph nodes and the liver and spleen were both palpable at 3 cm. The haemoglobin had fallen to 10-1 g/dl. In view of the overall picture of an inflammatory disorder, a trial of steroids was instituted at a dose of 10 mg prednisolone daily. There was a dramatic improvement in the lymphadenopathy and haemoglobin rose to 12-5 g/dl in two weeks (Fig 1) . The histology of the lymph node biopsies from 1960, 1961 and 1979 was reviewed in October 1981. The 1960 specimen showed extensive proliferation of post capillary venules and only two small follicles. The 1961 biopsy, which followed radiotherapy, showed similar features but with more extensive fibrosis and less well defined follicles. Fresh sections were cut from the block from the 1979 biopsy; in these sections a few lymphoid aggregates had concentrically arranged lymphocytes and pale central cells arranged around a central vessel as in hyaline-vascular ALNH (Fig 2) .
The tissue between the lymphoid aggregates consisted of hyalinised small vessels, strands of fibrous tissue, sinusoids, plasma cells and a few lymphocytes. In view of the presence of some typical ALNH follicles in these later sections, a diagnosis of ALNH of the hyaline-vascular type was made.
In October 1982 the patient was very well, with Hyaline-vascular variant ofangiofollicular lymph node hyperplasia with systemic manifestations and response to corticosteroids no hepatosplenomegaly, minimal cervical lymphadenopathy and a normal haemoglobin concentration, taking 7-5 mg of prednisolone daily. The pain and swelling of the legs had also improved considerably.
CASE 2
The patient was first seen in July 1977 at the age of 36 yr. He presented with abdominal pain and distension, weakness, dyspnoea on exertion and oliguria. He was found to have lymphadenopathy in the axillae, inguinal and epitrochlear regions, and some nodular cutaneous lesions on the upper abdomen. There was massive oedema of both legs up to the sacrum and lower abdomen. There were also bilateral pleural effusions and tense ascites with hepatosplenomegaly and large external haemorrhoids. The temperature was 37-5°C.
Investigations revealed a severe normochromic, normocytic anaemia (Hb 6-9 g/dl), reticulocytes 1 %, direct Coombs' test negative, white cell count 5-3 x 109/l, platelets 52 x 109/l (NR 150-400 x 10O/1), ESR 90 mm/h. Plasma albumin was 21 g/l (NR 34 -48 g/l), globulin 33 g/l (NR 21-31 g/l) and IgG was raised at 25-8 g/l (NR 5-0-16-0 g/l). IgA and IgM were normal. Auto-antibodies were negative with the exception of those against smooth muscle. Fibrinogen titre was 1/128 (NR greater than 1/32) and FDP's greater than 40,ug/ml (NR 2-8,ug/ml).
Blood urea was 43*8 mmolll, Na 132 mmolIl, K 5-9 mmolIl, HCO3 15 mmolI and creatinine 325,moVl. Urinary protein excretion reached a maximum of 11-6 g/24 h. Liver function tests were normal but subsequently deteriorated transiently. The maximum value of alkaline phosphatase was 246 IU/I (NR 21-90 IU/l), alanine transaminase 39 IU/I (NR 5-28 IU/I and aspartate transaminase 61 IU/I (NR 5-30 IU/l). The patient rapidly became oliguric despite high-dose diuretic therapy. A diagnosis of nephrotic syndrome with acute renal failure and congestive cardiac failure was made. A Scribner shunt was inserted in the left leg in preparation for dialysis but within 24 h the patient developed gross pulmonary oedema and required pulmonary ventilation and daily haemodialysis with ultrafiltration.
Biopsy of an inguinal node subsequently showed marked proliferation of small vessels and a diagnosis of haemangioimmunoblastoma was suggested (Fig 3) (Fig. 4) tional form, as discussed above. Our second patient also had thrombocytopenia rather than thrombocytosis, and this has been previously described in a case of the hyaline-vascular lesion by Krasznai and Juhasz.'°These authors suggested that the angiomatous component of the lesion acts as a "platelet-trap" leading to thrombocytopenia, as occurs in giant haemangiomata. This was supported by an increase in megakaryocytes in the bone marrow, which was also found in our patient. No fibrin was identified in the vessels in the lymph node lesions, however. Karcher et al7 have also described thrombocytopenia in this disorder.
The final point of interest in these cases is that there was a dramatic response to corticosteroid therapy. In the second patient particularly, there was parallel resolution of the cardiovascular, renal, haematological and dermatological symptoms and signs. The lymphadenopathy also responded concurrently to prednisolone suggesting that, as in localised ALNH, the systemic manifestations were secondary
